). The 8 highest up-regulated gene, ccgB (a homologue of the clock-controlled gene 1 of N. crassa), showed 9 a ~240 fold increase, while the highest down-regulated gene, veA (a gene required for light 10 regulation of conidiation in A. nidulans), showed only 8.6 fold decrease ( Figure 1A and Table 2 ). 11
We analyzed the distribution of light regulated genes in the chromosomes to identify putative 12 light-regulated specific regions in the A. nidulans genome ( Figure 1B ). In addition to the visual plot 13 of light-regulated genes, we divided the total number of up-regulated genes by the total number of 14 down-regulated genes to find out whether an overrepresentation of up-regulated genes was present 15 in any of the chromosomes. Chromosome III shows a significant increase in up-regulated genes, 16 with a ratio of 5.3 in comparison to an average ratio of 4.06. Although no obvious light-regulated 17 specific regions were identified, a high number of up-regulated genes was found close to the 18 telomeric region in chromosome III. Most of these genes belong to the top 50 most up-regulated 19 genes, among which is a previously identified cluster encoding conidia-specific mRNA of unknown 20 function (SpoC1) (ARAMAYO et al. 1989; GWYNNE et al. 1984 ). Chromosome I also shows a high 21 number of up-regulated genes. In contrast, a high proportion of down-regulated genes is located on 22 chromosomes VI and VIII. 23
Some of the up-regulated genes were predicted to be involved in biological processes known to 24 be regulated by light, i.e. circadian rhythm and conidiation. Some other genes were predicted to be 25 involved in other processes such as carbon metabolism and transport, redox reactions or stress 26 12 responses. Some of these genes are transcription factors and proteins probably implicated in the 1 activation of light-dependent signalling pathways (Supp. Several genes involved in conidiation were found in the list of up-regulated genes (e.g. 21 AN8638, cetJ; AN5015, conJ; etc; see Supp. Table 2 ). Only one gene involved in the regulation of 22 conidiation (flbC) was found in the list of up-regulated genes (3.4 fold induction). Further 23 inspection of the data uncovered that some of the conidiation genes (brlA, fluG, and flbB) were also 24 up-regulated by light (see Supp. Table 4 ). However, the induction of those genes was below the 2-25 fold threshold. 26 13 Most down-regulated genes were related to transport (12%), oxidoreductase functions (10%), 1 nuclear components (14%), and nitrogen metabolism (Table 2 and Supp. Table 2 suggesting that FlbB was needed for full light-dependent induction of fluG. In the ∆flbC strain, no 21 light-dependent induction of fluG was detected compared to the dark controls. However, the sample 22 grown in the dark showed a expression level higher (2-fold) than in the wild-type strain. The 23 difference between the amount of fluG mRNA in light-exposed mycelia in ∆flbA or ∆flbC mutants 24 compared to the amount observed in light-exposed mycelia of the wild-type was not statistically 25 significant. However, under dark conditions the difference between the amount of fluG mRNA in 26 these two mutants to that observed in the wild-type was statistically significant (Figure 7) . These 1 results suggest that FlbA, FlbB and FlbC were needed for the correct regulation of fluG expression, 2 including its capacity to respond to the induction by light, and that FlbA and FlbC act as repressors 3 of fluG. 4
In order to find out whether just one of the three fluffy genes or all (flbA, flbB and/or flbC) were 5 required for the reception of the signal from the photoreceptors, we also assayed the light-dependent 6 mRNA accumulation for flbA, flbB and flbC in each single deletion mutant (Figure 7) . The 7 expression of flbA was not affected in the ∆flbB or ∆flbC strains. However, the expression of flbB 8 and flbC was reduced in the deletion mutants. In particular, flbB did not respond to the light 9 stimulus in the ∆ flbA and ∆ flbC strains. The expression of flbC was reduced but it still retained 10 some response to light in the ∆flbB strain. These results suggested that flbA was required for the full 11 A FlbA-C could activate the transcription of another regulator that act on FluG (YAGER et al. 1998) . 1
The possibility that this feedback loop allows the amplification of the signal is possible but 2 unlikely, since once the developmental pathways are triggered, there is a balance between them, 3 rather than a yes/no response in A. nidulans, which would originate from signal amplification. 4
Another possibility is that the FluG-dependent factor is sensitive to light or oxidation, and this 5 feedback loop increases the synthesis of the unknown compound to satisfy new demands and 6 maintain the derepressed state for conidiation. 
